The hypertension occurring in association with adrenal cortical hyperfunction (Cushing's syndrome and congenital adrenal hyperplasia), the difficulty in establishing or maintaining experimental hypertension in the absence of the adrenal gland (1-3), and the amelioration of human "essential" hypertension by adrenalectomy (4) or the development of adrenal insufficiency (5) have led several investigators (6-8) to suggest that adrenal hyperfunction might contribute to the pathogenesis of human "essential" hypertension.
The hypertension occurring in association with adrenal cortical hyperfunction (Cushing's syndrome and congenital adrenal hyperplasia), the difficulty in establishing or maintaining experimental hypertension in the absence of the adrenal gland (1) (2) (3) , and the amelioration of human "essential" hypertension by adrenalectomy (4) or the development of adrenal insufficiency (5) have led several investigators (6) (7) (8) to suggest that adrenal hyperfunction might contribute to the pathogenesis of human "essential" hypertension.
Attempts by a number of investigators to demonstrate this hyperfunction have been unsuccessful. Selye (9) , Bruger , Rosenkrantz and Lowenstein (10), and Daughaday, Jaffe and Williams (11) have found the analysis of metabolic excretory products of the adrenal cortex (17-ketosteroids and 11-oxysteroids) in the urine of patients with hypertension to yield normal or low values. Careful study of carbohydrate metabolism in patients with hypertension (12) by means of the insulin tolerance test has revealed no abnormalities. Nitrogen balance is easily maintained in hypertensive subjects with a small protein intake (13) . We and others (14) have found the blood eosinophil count normal in hypertension.
Schroeder, Davies and Clark (15) have shown that the excretion of sodium in the sweat is normal in ordinary essential hypertension.
The renaissance of interest in the therapeutic efficacy of a low sodium regime in the treatment of hypertension has focused attention particularly on the electrolyte controlling properties of the adrenal cortex as a possible mechanism for adrenal contribution to the pathogenesis of hypertension. The plasma electrolyte abnormality (hypochloremic alkalosis) frequently seen in Cushing's syndrome is not seen in hypertension. Most observers have found no plasma electrolyte abnormality in hypertension although Selye (9) believes the ratio of sodium to chloride is high.
Soffer and his associates (16, 17) have pointed out that patients with Cushing's syndrome have an abnormal response to salt loading and the administration of desoxycorticosterone. His normal individuals, after a given salt load, retained more of the salt after the administration of desoxycorticosterone than they did without this drug. On the other hand, the patients with Cushing's syndrome showed an increased "diuresis" of the salt load after desoxycorticosterone. This observation has been confirmed by others (18, 19) .
It is conceivable, then, that should patients with essential hypertension have adrenal cortical hyperfunction with respect to electrolyte metabolism they would exhibit this same abnormal response.
METHODS
The salt loading tests were carried out on a group of patients with hypertension following the exact regime outlined by Soffer. The patients were permitted no food during the morning of the test and no fluid after 7 p.m. the night before. At 6 a.m. on the morning of the studies a urine specimen was collected and discarded. The patient was then given 500 cc. of water to drink at one time, and all the urine voided was collected over a three hour period to 9 a.m. At 9 a.m., 200 cc. of 5% saline (171 milliequivalents of sodium and of chloride) were injected intravenously and the urine voided the next three hours was collected. Two days later the same procedure was repeated, except that at 10 p.m. on the previous evening the patient was injected with 10 mgm. of desoxycorticosterone acetate (DCA). The urine volume for each period was measured and sodium and chloride determinations were made on each specimen. Sodium was determined by flame photometry and chlorides according to the method of Van Slyke and Hiller (20) .
The hypertensive patients used in this study were 10 ambulatory male patients chosen from the outpatient clinic according to the following criteria: a history in any way suggestive of congestive heart failure, abnormal urinary sediments, or elevated blood urea nitrogen were causes for exclusion. After selection, patients were placed on restricted activity in the hospital and blood pressure determined twice daily at 6 a.m. and 6 p.m. in the recumbent position for seven days. Any blood pres- It is evident that nine of the ten patients responded with a clear-cut retention of sodium and chloride after DCA which is the normal response. One patient (V. A. 1) showed a very low control excretion of sodium and chloride which was responsible for an apparent salt diuresis. When this test was repeated with more normal control excretion he showed the normal retention effect with DCA.
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SUMMARY AND CONCLUSIONS 1. The Soffer salt tolerance test was carried out 13 times in ten selected patients with hypertension.
2. Nine of the ten patients showed a retention of chloride and all ten of the patients a retention of sodium after salt loading and DCA. This is a normal response.
3. These data fail to demonstrate an electrolyte abnormality in essential hypertension similar to that found in patients with adrenal cortical hyperfunction of the Cushing type.
